Myofibroblast accumulation in healing rat myocardium due to long-term low-dosage nitric oxide synthesis inhibition.
Inhibition of nitric oxide synthesis causes hypertension, myocardial damage and repair in rats. The myocardial healing process includes changes in extracellular matrix composition associated with the phenotypic modulation of fibroblasts. Early and later lesion areas showed a population of spindle-shaped cells expressing alpha-smooth muscle actin content. These cells apparently are associated with type III collagen and fibronectin accumulation in the ischemic lesion areas contributing to maintaining of the mechanical performance of the heart through out the healing process.